Absfrucf. Changes consistent with those of giant cell arteritis were found in the ascending aorta of a mature male South American monkey, Cullimico goeldii. The essential change was necrosis of the tunica media with associated granulomatous inflammatory reaction. There also were compensatory fibroelastic thickening of the tunica intima and lymphocytic-plasniacytic cellular infiltrations of the tunica adventitia. The animal presented clinical signs of a respiratory infection 8 weeks before it died from circulatory insufficiency.
subject to drafts and where temperature variations were greater than those experienced by the other monkeys. After 2 months the animal developed clinical signs of a severe respiratory infection, namely nasal exudate, audible respiration, breathing through the mouth, dyspnea and pttlmonary rales. The symptoms abated after several days of treatment with antibiotics. There was apparent recovery when the animal was returned to the family gotip. I t was found prostrate 8 weeks after onset of the respiratory infection and died shortly afterwards.
Necropsy
The carcass was emaciated and weighed 560 g. In order to preserve the skeleton, caval blood was cultured in lieu of heart blood, and the thoracic viscera were removed tlirough the diaphragm. The lungs had irregularly distributed areas of dark red-brown discoloration. The pericardial sac was distended with serosanguineous fluid. The heart was obviously enlarged and weighed 8.9 g. This was l.59(>{j of the body weight compared with a range of 0.438 to 0.749[;/:, recorded from seven other Goeldi's monkeys that have been examined. The apex was rounded, and the misshapen appearance of the organ was aggravated by apparently terminal dilation of the right atrium aiid ventricle. The left atrium was contracted aiid pale. The myocardium of the left ventricle was thickened, and the endocardium of the left atrium was grey and opaque. The cusps of the aortic semilunar valve were thickened. The diameter of the ascending aorta was increased two to three times aiid its inner surface presented rather prominent longitudinal ridges and furrows. The kidneys had a fine mottling on the surface. N o other remarkable alterations were seen. The central nervous system was not examined. Radiographs of the bones and joints failed to show any remarkable abnormalities.
Microscopic Examination
The entire ascending aorta was diffusely involved in different stages of a developing pathological process beginning with necrosis of tunica media and terminating in partial to complete destruction of the media and compensatory fibroelastic thickening of the tunica intima. I n most areas the pathological process was in an advanced stage. With an elastic tissue stain, only ragged patches of the fenestrated elastic membranes of the media could be seen ( fig. 1) . The media had been either partially or completely destroyed, and the aortic wall consisted essentially of an irregularly thickened fibro-F;g. 1. Section of aorta showing irregular fibroelastic thickening of the tunica intima and partial destruction of the elastic membranes of the tunica media. The amount of residual elastic tissue shown is maximal compared with other areas in the affected part of aorta. Weigert's elastic tissue stain and alcian blue. elastic intinia aiid the tunica adventitia. There were occasional patches or large foci of mineralized medial tissue. With hetnatoxylin and eosin, small streaks and foci of necrotic material were evident at the juiictioii of intima aiid adventitia in areas between residual patches of fenestrated elastic membranes ( fig. 2 ). These necrotic streaks and foci generally were associated with a sprinkling of histiocytes. There were occasional concentrations of histiocytes forming granuloma-like foci ( fig. 3 ) and occasional giant cells ( fig. 4 ). There was sparse, patchy infiltration of the adventitia with lymphocytes and plasma cells.
An area was found with florid alterations i n a somewhat earlier stage ( fig. 5 ). Necrosis of medial tissue was evident beneath an already thickened intima. There was leukocytic infiltration in and around the necrotizing tissue. A large gap in the degenerating media had been filled with histiocytes and lesser numbers of granulocytes and lymphoid cells. The adventitia was heavily infiltrated with plasma cells. Spirochaetes were iiot found in appropriately stained sections of the aortic lesions.
Satisfactory sections of the aortic semilunar valve were iiot obtained i n sections made from this small heart specimen, but a tangential view of one of the cusps did not show changes like those in the ascending aorta. Nor were similar changes found i n other valves or myocardium. The endocardium of the left atrium was thick, as was the case in control animals, but had no remarkable alterations. Presumably its grey and opaque appearance at iiecropsy resulted from tlie contracted state of the auricle. There was patchy fibrosis of ventricular myocardium, presumably from interference with blood flow into the coronary circulation.
The pulmonary alveoli contained numerous lieiiiosiderin-laden inacrophages. There were extreme passive congestion and severe acute centro- Fig. 3 . Granuloma-like focus between the thickened tunica intima and the tunica adventitia. HE. lobular necrosis of tlie liver. Changes of apparent significance also were seen in tlie kidneys. The glomeruli were, in general, somewhat larger and more cellular than in control animals. Exaiiiination of sections stained with periodic acid-Schiff showed that the increase in cellularity was largely caused by increase of cells in tlie mesangium. There also was proliferation of cells lining Bowman's capsule. No remarkable alterations were seen in tlie other viscera.
Discussion
Tentative classification of this case in relation to aortitis i n i m n requires consideration of giant cell or granulotnatous aortitis, pulseless disease, treponemal aortitis, rheumatic aortitis, and rheumatoid aortitis. Tlie histologic alterations in the present case are generally consistent with published descriptions of giant cell aortitis (arteritis). Tlie essential lesion in that con- . The latter may be sparse [6] . Intimal thickening by fibrosis and accumulation of interstitial inucoid material is conspicuous. The media, which bears the brunt of the damage, is diffusely infiltrated with lymphocytes, macrophages, and plasma cells [2] .
It is difficult to develop a comparison with pulseless disease. Some cases have been described with lesions of a giant cell arteritis. The varied histologic pattern among others, however, suggests that the designation pulseless disease has been applied to entities with different causes [2] . The possibility of a treponeinal aortitis was not eliminated by failure to demonstrate spirochaetes i n the affected tissue. Serological reactions with trepoiiemal antigens in nonhuman primates have been reported [ I ] ; however, the history of the animal did not indicate previous existence of primary or secondary lesions of a treponemiasis. Rheumatic aortitis and rheumatoid aortitis do not appear to merit diagnostic consideration because rheuinatic lesions were not found in the heart nor were joint abnormalities seen on radiographic examination of the skeleton. The cause of giant cell arteritis is not known, but both infection and allergy have been suggested [2, 61. In the present case there were two observations with possible bearing on the cause. One was the occurrence of a severe respiratory infection 8 weeks before the animal died. The other was the presence of renal glocnerular changes consistent with either resolving glomeruloiiephritis or early-stage latent chronic glomerulonephritis.
